Introduction
A few cases of malignant lymphoma with symptoms of liver failure, such as jaundice and impaired liver function, or with a fulminant hepatitis-like course, have been reported. None of the reported cases was diagnosed ante mortem, and those cases showed very poor prognosis (Colby and LaBrecque, 1982; Yuki et al. 1988; Nizalik et al. 1989 ). On the other hand, the hemophagocytic syndrome is characterized by acute onset leading to a fatal course with symptoms such as fever, hepatosplenomegaly, lymph node enlargement, pancytopenia, jaundice, and diffuse histiocyte infiltration in various organs (Arya et al. 1985; Alexander and Jerry, 1988; Blaise, 1992) . Virus-associated hemophagocytic syndrome (VAHS) was described as a type of hemophagocytic syndrome associated with systemic virus infection (Risdall et al. 1979; McKenna et al. 1981) . Recently, especially in the pediatric field, VAHS has been paid attention as a fatal condition with pancytopenia (Ohga et al. 1993 Laboratory examination on admission showed a serum T. Bil of 14.4 mg/dl, sGOT of 1028 KU and sGPT of 647 KU. The serum lactate dehydrogenase (LDH) level was markedly increased, the serum total protein concentration was 3.8 g/dl, the serum total cholesterol was 69 mg/dl and PT was 17 sec (normal level; 10-13 sec). These results indicated markedly impaired liver synthetic and reserve functions. The white blood cells (WBC) count was 7,400/mm3, with 4% abnormal lymphocytes, there was h ochromatic microcytic anemia and the platelet count was 148,000/mm3. The hepatitis B virus surface (HBs) antigen, HBs antibody, hepatitis B virus core (HBc) antibody, IgM-anti hepatitis A virus (HAY) antibody, and the hepatitis C virus (HCV) Light microscopy after hematoxylineosin staining of the liver showed marked infiltration of the portal and periportal area by small abnormal lymphocytes. Diffuse liver cell necrosis was present (Figs 2a, b) . Most of the liver cells were exfoliated, and round cell infiltration mainly in the portal and periportal area was observed. There was marked hemorrhage in some areas of the hepatic lobe. In the periportal area, abnormal lymphocyte infiltration into the sinusoids, marked phagocyte infiltration and phagocytosis was noted (Fig.  3) . The lung hilar lymph nodes were infiltrated with small lymphocytes similar to those seen in the liver. The bone marrow also showed diffuse infiltration by abnormal lymphocytes and many phagocytes with ingested erythrocytes and other bone marrow cells (Fig. 4) . Similar lymphocyte infiltration was observed in the spleen, lungs, and adrenal glands. Thrombosis and bleeding were seen in the small vessels of all organs.
Immunohistochemical analysis showed that the abnormal lymphocytes were positive for UCHL-1 (Fig. 5a ), CD8 and CD4. The phagocytes observed around lymphocytes were positive for HAM56 ( Fig. 5b ) and slightly positive for lysozyme and CD68 but negative for al-antichymotrypsin or S100 protein. These findings suggested multi-organ infiltration by diffuse intermediate-small cell type, nonHodgkin's T cell lymphoma complicated by the hemophagocytic syndrome. In the bile duct epithelium, intranuclear inclusions were present (Fig. 6) . Similar intranuclear inclusions were observed in the stomach, lungs, adrenal glands, and lymph nodes. Examination for cytomegalovirus (CMV) nucleic acid by the polymerase chain (PCR) reaction using paraffin embedded sections was positive. , 1982; Nanno et al. 1988; Yuki et al. 1988; Nizalik et al. 1989) . Yuki et al. (1988) have reported that severe hepatopathy due to malignant lymphoma can be distinguished from fulminant viral hepatitis or liver failure by virtue of tender hepatosplenomegaly, a marked elevation of LDH, hyperuricemia, a strongly positive C reactive protein (CRP) test, a markedly decreased WBC, and hepatic hilar lymph node enlargement. In our patient, the uric acid level was normal, the decrease in WBC was slight, and no hepatic hilar lymph node enlargement was observed. Therefore, histologic diagnosis such as by liver biopsy is important. However, in the present case, the liver biopsy has not been done due to hemorrhagic tendency and an extremely rapid fulminant course.
In our patient, a proliferation and infiltration of small abnormal T-lymphocytes was observed in the liver, bone marrow, lymph nodes, lungs, and spleen. Based on cellular morphology, a diagnosis of intermediate-small cell type, non-Hodgkin's T cell lymphoma was made. A variety of mechanism have been involved to explain liver failure in patients with malignant lymphoma. Direct damage of liver cells by tumor cells (Roos et al. 1977) or by cytokinelike substances produced by tumor cells (Jaffe et al. 1983; Biemer, 1984; Falni et al. 1990 ), ischemic changes caused by infiltration of tumor cells in vessels and liver sinusoids (Zafrani et al. 1983) 
